This report concerns an elderly man whose disease started as bilateral carpal tunnel syndrome (CTS) followed by cardiomyopathy. He was diagnosed as having senile systemic amyloidosis (SSA) as evidenced by wild type transthyretin-derived amyloid deposition. The patient developed numbness and dysesthesia of both hands at the age of 65. An electrocardiogram obtained the following year showed complete left bundle branch block.
He had congestive heart failure when he was 74, for which diuretics were administered. He had a 15-year history of mild hypertension but had not taken any medication for this disorder. There was no family history of cardiac diseases or neuromuscular disorders. Whenhe was examinedat the age of 75, a grade 2 precordial systolic murmur was heard.
Neurological examination indicated severe atrophy of the bilateral thenar muscles and left dorsal interossei of the hand muscles (Fig. 1A) . 1C) . A matrix-assisted laser desorption ionization/time-offlight (MALDI/TOF) mass spectrometry system was used to detect variant forms of TTRin immunoprecipitated serum TTR molecules (3), butshowed only the wild type of TTR in our patient (Fig. IF) . Direct DNA sequencing of all four exons of the TTR gene did not detect any mutation. Histopathological and immunohistochemical examinations of amyloid and molecular analysis of TTR demonstrated that our patient was affected by SSA as seen in clinical pictures of CTS and cardiac amyloidosis.
An autopsy study conducted outside Japan identified SSA in at least 25% of the population over the age of 80 (4) 
